

n 



2009-20 10 


I nJex: 

• Acute liEpATnis, 

• ChnoNic liEp/vmis, 

• Cismhosis. 

. LCF, 


• ItEpATIC E NC EpliAlopATliy. 

• PortaI HTN. 

• Ascites, 

• bcpATOMA, 


m 










Cg & ik?&m*nk/€i £&&&* 
ameQafCh^ ~UuiQ huM? 

llEpMO-TTHJpir 

No N "11 EpATO'TTtGpic 

* A-B' C 

• f.bv 

• DGE 

* HSV 

* F C 7! 

• CftfV 


HAU 


HBV 


HCV 


Type of Virus 


RN A ^Picorwh=Emtero- 


DNA 


RNA 


MOT 


FUO-OttAL 


m i'itims ft dhdb 
biip&l ott£@fc± #& C^J^PS- ftx &ifer) 


RlOCD borne 
Parei™l. 
Trahs-flacental* 
/Saliva. 


Sexual 


y&GKtd m&xmt 


Rlqodtrahsf. H 
Pareniral. 


IP 


2 - 6 \ 


WKL 


m 



7-8 ms. 


Age 


turn 


Amr 


Amt 


> Immune-Response 


Vi RtiOLUTtm 

^ (tTiSTHfMnt) 

^ famimw'Mmpmt {ohm iwmw) 

X 

2) CAmEft 

X 

^ P&ORtMMMmFmtn&rtmv {artmMmvim! 

?l 

w # 

3} Cammtm 

X 

BETJERiMMUNE RESPONSE5 % {atiSiHdUAVAOEm'tHFAfocm) 

r 50% Ca^HKnrtimi huu. {Cytopajmic) 

4} Fuimwatiqn 

■S (0.5%) 



> Mjulknahct 

X 


*r 4 TIMES » HBV 
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Markers of '-l/froi keOQfflQ 


HAU Markers 


HBV Markers 


"Dane particle" 



e 


X 

Y 

V 

mens 

HBeAb 

u 

U 

Active Vim! 

Conv. 

popiicatfon 

u 

u 

HIGH 

LOW 

iNFEcrtvrrY 

iNFECTiVlTY 

(ACUTE if CH. } 


ViraL MUTATION MAy OCCUR OR 


HCU Markers 


HA - Ab 



+VE lG M => Recent infection 


« +VE lG G => Past infection. 


(No ChnoNichy 


y — 

HBsAS 


Surface 

A 


it. 


COMMON IN POPULATION >50 YS. 


// 


E/M => Viral particles. 


APPEARS -P V. EARLY B4 t T RAN SAM. 
Dssapp. —P < 6ms. AFTER INFECTION 


HBU Markers 


Anti-HBs 


1) hfsction with HBV im sitjce wharf! 

So we do cAk 

2) +veS A<J <6 ms. -^Awte Hepatitis. 

> 6ms. -> Chronic Hepatitis 


HBsAli i 





Anu-HBc (IgGi 


0 

t 

Infection 


Anti-H Be 


2 3 4 5 

Months after Exposure 



T fazymes 


© 



men 

—r— 

Moiled T 

r 

Chronic 

Hepatitis 

f Acute 1 
Hepatitis 


—v 

HBsAb 

APPEAR -> 3-4 MS 
PERSISTS > YS. 


vacci, 


Immunity ^/? 

m needed* 

f * 

jcM |fi€ 

Recent inf. Old inf 



Alone 

—i 


post. 

Vaccine 


with clStG 

i 

past | 
infection e 
Immunity 


Cope 

I 

HBcAb 




+» 9itf 


Recent HBV livfEcrioN 


free we can't know sine 
when sAg& sAb were+ve!! 


Y 

HCU ftb 

(I 


+ve ELISA 


(Screening) 


A 


V 

Viral RNA 

U 



PCR 


(Diagnostic) 


u 


+VE RIBA 


(Confirmatory) 


u 

Quantitative 

MANDATORY 


V 



induced by InterFeron 


—>$& replication is detected by 

>$o pt. can be 


DINA "PCtf 


Decentrf. pasti!0ctmi ii^MeHBVmthl-KleAg. 


Ijnjfectbn but 
doesn't indicate 
Immunity?!!! 

u 

\J*fj4Jko... j,y*aa 
■ojLfiUd «Ua 

so we do PCR 


> Prophylaxis 



HA Vaccine 

HA IG 


- INACTIVATED . 

SERO-PRE V . /a tten ua von. 

Dose 

- 1 MM THF.N BOOSTER 

DOSE AT 6-12 MNS. 

E IN 6 DAYS OF EXPOSURE 

Validity 

- 10 YS. 

3-6 ms. 

INDIC. 

1) Chronic LD. 

2) Travelers to 

endemic. 

1) Contact "recent 

exposure e in 6 days" 

2) Travelers for short 
duration "3-6 ms". 


HB Vaccine 


Rccoivibi naive DINA. 
IM ( 0 , 1 , 6 ) 


Check vaccine => measure HBs Ab at 7-9 ms 
r lbs iNiiM dose. 


hdicATioNs: 


A) HCW. 

B) HD PATIENTS. (Double dlE DOSC Jt I iMMUNITy) 

C) NcwboRN ol HB sAcj MOThcns. 

D) SexljaI. partners of HB sAq. 


HB IG 


HBsAb 


Recent exposure to infected bl. 

(GIVEN NO T EXCEEDING 1 WK.) 


No Vaccine 




























































































































> CCC. by: 



> DEF, j Q .ct& w($QM. Oij kjertx>mck(^a <6ms. 


A) PT INFILTRATION. 


B) Swelling of hepa tqcytes. 


NARROWING OF THE BILE CANALICULI. 

Intra-hepatic Cholastasis. 


Central necrose 


l (Zone 3) 


Non - ICTERIC 

Hepatitis 



• Flu - like ... 


Nausea- 


anorexi 


i 


Mild Hepatitis 

t S. Bilirubin < 2.5mc 

f/Yd ,, sd J 

tSCPT. /'smiFieJjmnwl 


Fate ?! 


r 


'ZZK 


Resolution 




Chronic H. ' 

ESP. HCV 


Ji 


Cirrhosis?! 


> CUP 


> Invest. 


ICTERIC 

Hepatitis 


Pre-icteric 




"VlREMIA FOR 1-2 WHS 


// 


1) FE h m dt...viremia. 
(severe Anorexia -> distaste 3 ?) 


2 ) Pain IN RT. HYPO-CHONDRiUM. 


. Tsgpt /r£ 


gpfflffi & gmsrmt 


ICTERIC 

"Fe m 5 Jaundice for 3-6 whs" 


d^fghm SUBSIDES. 


THEN 


2 ) 


Cholestatic Jaundic 


\ dt. 


dt ke,patdt$'te,8C, 

sclera olive-green 


Dark urine 



m 


bilimbinaria" 


Clay stool 

"bee, bilirubin doesn't 
reach intestine '. 


tSGOT/B ilirubin. 


Liven => ++ &TencIer. 

(dr SlRETch of CApSuU) 


SpUcN => Just pAlpAble * res++ 

DD"PTm SdLeen ... SE MBs" 


[I 


Post - icteric 

"Convalescence" 


r 

< 6ms. 

n 


CoodCC. 

A 


V 

> 6ms. 

u 


Clinically 8t Chronic 

810 FREE HEAPTfTIS 


ISGOT/ is. Bilirubin 

'but i/cmubterpef^sists c/t / 

S/i^cSk t$ ctiUmcA k m&ri$ —> t# cm 

ckfiMc/ OK ^ %ot 


















































































V. 


> 


Complications of 



r&k 3 (1 

3 V^d (2 


Hepatic 


Extra-Hepatic 


MAINLY WITH HBU & HCV 


due to 1C 


## 


Prolonged Cholestasis 


dt Unresolved swelling ofhepotocytes 
especially in HAiT 


Fulminant H. 


Chronic H. 


r 


l 


"persistent fEnzymes > 6 ms. 


tf 


Resolution 

then... 








Normal Transaminases 

t ALP(SGPl) 

T Billiriibin 


LCF 


Cirrhosis ?! 



V 





Relapse 

"dt pre-mature activity"' 


Post 

Hepatitis $ 


1) ApUsric An.=> pAN'cyropcNiA 


2) ARiimms. 


5) CIN 


Membranous GN. (HBV) 
MPGNdmtoCryo-m(HCV) 


(IntfrFfron + $TFRoids For ON 



4) VascuIifb. 


PAN dr piRsisr^i HBs 

IN CllRONic or Carrbcr. 


5) LichEN pIanus. "HCV 


\7 



1 Z 


RE-ASSURE. 


SPONT. RECOVERY 


± STERoids?! 



Encephalopathy 

(ttt PT) 


HCC 


Reassure. 


SPONT. RECOVERY 


Normal 

Enzymes 


- \ 

DT Psychogenic 


not Liver D, 


v 


it 


Gilbert $ ( ad 


defective uptake off. bilirubin 


-» Un-cone. Hyper-bilirubinemi 


(T I. BRiitubtN oNly wnfi N Hb & lives E. 


"Falsely discovered during 
followup of viral hepatitis 1 


Re-ASSURE & 


S 


smidcp/i ol Qcuk ^YQ-lmaHs 



HAU 


HBU=> kore Q&j&e ik)n A ± o&wn. sickness ike $ 


HCV 


AsyMpTOMATIC 


“diagnosed o. (fate* 



















































































































































































































Chronic Hepatitis 


l Oi$faK o^ik&verjDQmckjf*& > 6#ts> tuodr^cMonk 

Occurs in HBV/ HCV not HAV" 


Chronic Persistent 


Hepatitis 


"mild" 


Chronic Active Hepatitis n em?' 


~) 6 o$ 


Auto-Immune 


> cup 


1) Asymptomatic ... Follows HBV. 

“discovered accidently during routine invest. ” 

2 ) Non-specific Symptoms: 

• Fatigue. 

• Pain in Rt. H ypo-chondrium. 

• Fat INTOLERANCE. 


AsyMproMAiic up to LCF & PH 




Hepatitis > 6ms 


Extra-Hepatic 




£ 




Jaundice. 

"mild or absent" 

FAHM. 
tender liver 


ClRffl 




OSIS 


* 

LCF 


* 

PH 




■r 

HBV 


A 


Auto-immune 


Arthritis 
GN Membranous 


* 

gey 

Arthritis. 

MPGN DUE TO CRYO-GB 


PH?AG; 


Poly Arhtritis. 


Aih A. 


• Hashimoto's. • Grave's D. 


> Invest. 


V L Enzymes => Tsgpt/SGOt\ 


1 MILD & PERSISTED". 


2) Sonar 

3) Markers 


-ve/mild LIVER++ 


±ve 


HB sAg 



PT infiltratio 


No LOSS OF ARCH. 


Wmm/m & ANesanwft mimes 

few mmmrt onm stmf 


> INB: SupER^iNfeciiow e HDV 

tmtctp or Mm 6a. Mi/ tv mm fom 

5* DD => GilbcKi's $ & Post hepATnis $. 


1) L. Enzymes 

2) s. Albumin 

3 ) Markers 


MILD t (3-5 FOLDS) 

NORMAL OR (Jr IN LATE STAGE) 

OR . . 


Auto-Immune Markers 


4) Biopsy ^ most imp. "starts in pt". 


Mild 

Moderate 

Severe 

Pim:m£ 


RG&mdPP. 

mmm 


CfPPfflm, 


^ how to dill. Bet Types of sevre Form?! .... HB sA 


with Hx& E stain Specific stained 



U 

Lymphoid f. 


...Ground glass app. 


BY Orcein. 


* - 

Type I "Lupoid" 


+veANA 
+ve ASMA 




"V 

Type II 


Ha 

+ve LKM 


]|_B 

+veSLA 


v' BIOPSY: Lymphoidfollicles. 


plasma cel 


] infiltration. 











































































Chronic Persistent 

Hepatitis 


Chronic Hctive Hepatitis 




Auto-Immune 


Treatment: 

1 ) Re-ASSURE, 

2) Follow op/ 6 ms "SGPF 
J) Avoid hEpATO-roxic dRuqs. 

4 ) liEpATic SUPPORT. ^llEpAMAX^ 


Prognosis 

SupER'INFecrioN E HDV => Hake up of niM 

Cli.HBV to sever Form. 

DD —. GilbEin's $ & Post liEpATnris $. 


Monitor 1 nterFeron AIter 7 m 

_A_ 

4 

V 

IF +ve PCR 

IF 'VE PCR 

V 

Not REspoNdiNq 

Good RESpONSE 

u 

0 

Stop InTErFeRON 

Cow. InterFeron 


HBU 


HCU 


SiERoids 


1NTERTERO N • "CoNVENTioNAl" 

( - ^ 

Full dose 


r a 

Gradual w 


f -- ^ 

LowMD 


• 10 MILL. U 3 TIMES/ WK f 'dsse, • 3 MILL. U 3 TIMES / WfC 4 /m 

^ _ > 


TO Vi DOSE 

L J 


L _ 4 


MNdicAiioN 


S/E 






D 

h-veHBeAg 

S3 

* 

2f 

+VE PNA POLVM. 


m 

3} 

+ve PCR > 

t 

o 

2 

< 

a 

l 

4) 

f Timms. 



5) 

Biopsy, "bridging N." 



1/2 N YR. 


4 dmwttto. 


1 YR. 


7 1 du/^effoK. 


Given e RibAvimN 




1 ) Flu LiliE + AmrhiwlqiA => ParacetamoL 


2) BM (") => # HiRMbo'-cyropENiA 


md ijxp. See, & etD tit, jit, faf; 
5) TERATOC|ENic => # pRECjlVANCy. 

4) HEMolyric ANEMiA. 

5) DEPRESSION. 


fi ) fc0it,p-gi>/e,tttgtx df, Pn, 
Bj B/. twd&Kg'. [7972] 


"PcqyUrad ' 1 InterFeron 

(1 AM pot If 180 ?qM SC ONCE/wk.) 


30 MG /D 


10-15 MG/D 


FOR 6MS. 



I] 

CoNTINEU STEROlds & 
Restart if ReIapse occurs. 


For 4 ms. 

For 1 yR. 

+ Add RibAvmiN 

OdiER Dnuqs 

LwiivudiN. (Or 4 ) 

For 1 ^2 ys, 
aIone or e InterFeron 





u 

iNEU STEROids 
+ AZATtiiopRINE 

^STEROid SpARiNC|' r 

_ J 

-\ 


for 2-3ys or for Life ... so When to Stop?!! 


'VE ANA MARkER. 
NormaU 

Transm. - BiliRubiN. 
y GlobuliN — Biopsy. 
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> Causes 


tertinutoideib (M&Q) 


• B — SARCoidosis. 


V- Bilusy CiRRhosK, "c,r. In FT" 
PV riwtOMbosk. 




inud&idtib 


ft 


Uvur C KRliosis.( M/C} 
Alcoholic LD*. 


'&4t~iinu4&uCaI: 


• HV occlusioN. "Budd Chun $ rr 

• CV occlusioN. "VenO'Occ. & * " 


> Jfum&x&i A&ct&t&i 


• T ENdoThriiN => VC. 

• t NO & GlucAqoN => VD > Cl RAS 

—> saIt retention —> MaInt. PH 


4 

of the Cause 


> CL/Pof... 

A 


CllROWic Uver D. 

^ClRRhoSIS^ 


PH 

U 

1 ) AsyfvtpTOMAiic. 

2 ) 

/£ Jt (jpphm* ± cdiai&rtifz- 

flM llkii. 


-V 

Complications of PH 



/ mksfare. EV. tenfes - Lyofase'' 

s ru&tiArv. PU. ocorfz/ 

RF dr Toxins 4 Ik|E — > shock —^pne-RF = ATN* 


liypER-spUnisivi. 
h. Ewceph. (p-S) 


th 


ym-cyb/XHioc 


t 


a lioh mM\ dief 


> Invest. 


LFTs. 

StooI / UrIne Tor B 


OVA* 


Biopsy. "diAqNosTic" 


Sowar : f PV D 
Duplex sc aw. 


ENdoscopy. (CRAdiwq) 
Ba swaIIow. 


> Treatment omk £Y 



Medical 





Shock h. EncepIi. 


I 


BLOOD 

FLUID 
PLASMA 
VIT. K 


l 

E N L 


I PobtaL BP 

m 

4 V 

DURING jhE AlTAck |^bnWEEN 


4 

INJ.SCLERO-TH* 


(BIST DURING EMERGENCY 


InsirumentaL 

A 


1) VaSO^PRESSIN (§) —> Mf ss, tiMwtmks 


2 ) 


pRESsiw /4 > ,rc? SI 


5 ) OCTERECKljdE Sts»fQCQ-diaii 


■m OxtUMm-, 


(InHraL) 

• MOST EFFECTIVE 

. J-ffi to 75%. 

. 4COP 

“S/E -^no comp. THR if the 
pL bleeds” 


u 

OBLITERATES 
THE LUMEN. 

BucrvUte 

(hisrocRyl®) 


-V 

Banding 

(Sang-staken tube) 

u 

Mech.comp.of 
RUPTURED EV 

(TRANS! ENT TILL 
SCLERO-TH. IS DONE) 


> Pathophysiology 


o HS&ES 


Splenomegaly 
> Hypersplenism 
— >Pan-cytopenia. 


2 ) 



3)5 


f nteitin&/ &A 


i 


4) E3 


-$ Shunt 


I 




5 ) um 


Gastropatby 
—>Dyspepsia 
—> GIT bleeding 

=>Dyspepsia. 

> H, Enceph. 

=> Caput medosa EV 


m 


t> Localizing factor 


SurqIcaI 

L 


4 

P-S SHUNTS 

1) Porto — cavaL 

2) Mesen-'CavaI. 
5) Uneo"RenaL 

4) UPSS. 


(III.o 

EV / HE iN dccoMp. 
livtit / Ascites 




-V 

Splenectomy 

DE-VASCULARIZATN 

I 

"Hassab op." 


























































































V^scites 


11 




> Pathogenesis 



Jr protein synthesis 

li 

Js.A lamq 

II 

■l ONCOTIC PR 

Escape of fluid to ssf 

U 

Hvpo-msm 


Hormones 

$ 

** Tpradurtiorutt* A 
■ibfzokdowii^ 

1) AlMHIEMtfE 

2) A&H. 

2) ANP+ 



VO DT (HQ & PG)+ HYPQ-VOL£MlA 


JfVvoium =?&RAS =>{BAl$0imQtit&ADH. 


4 

Cirrhosis 


> Causes of Ascites 

A 


V 

Nqh-hepatic 





CHF 

& 

EVE HISTORY 


KliiUui 

u 

nephrotic $ 

u 

(PltfJFJiCEES+ 

pRQT&NVRM.) 


AtffTE PAtiCREATHtS =?H<s!0 
OVAftY —& M&S'i $ (CX/JUt.\AH 

'+ Av'jrrv + Rr Be LGm) 

Afrj£££VJiM. 

SmCHlARif* 


£hrco.t (2&UA&3 


m 


un i>.ro 


• TB &e niTONirb. 

ffigjfiyr iridi-i-vjr ft 

ffiil * 

• McttnkdifrHA* tit foe 1 

• (rum 

C^UC:tlE Ol4Rf. 


* C iimhoais t E>iiinrtri cs. 

"d 7 loriUtfittftN s-y PR " 

• OjN51. pEH(C4lulniSn 




> CL/P of Ascites 


> NB: effects of Ascites 


V Inspection: 

qj 6. ABD. DISTENSION MAfMLY IN f^AMS 
b) 5 ItS-CQSl'At ANGLE WSQE. 

Cl O WEPT AT tCW Of PEflTI & TULA TED VEINS, jf QT PH OR IV C DEFT.} 
d) VNlBillCUS EVERTED - SHIFTED QQWSWARG5. 

2} mlmtiom 

qi FL LfSDJ-HRIU. 

bj DIPPING iVJti'HuC- —' UVER & SPLEEN ARE PtL T. 

c) A BO. -SWfL U.iVlU =?fN T3 PERITONITiS OR MALIGNANT ASCITES 

Jj percussion: shifting dullness knefugqwmethod. 

4) Auscultation: puddlesiuu vfnouspum-dfph, 


/) S-Ft di jwSj kftdi ^iAnntdi &i£ & p&kiPr.A 


2) fJa *.e ^ skl^tAd ufxw^idU, 

3) £a{* mcr fytU& ikJ -fhcittS. (‘f&n&Jti pL^tMC&x) 

Sj n&ck v*brl. 


AM cite* + PI * 


m 


Jgj 

S 

cammirti di 
AfAiUMsl &*L 

t’-'U'Titn-jzstvjt-i & IQl pLia'TK 


£i. PL {2U±vtfl _t 

u u 

gassjeehshsa >**.* 


































































Investigations For Ascites 


> Treatment oF CiRnhoric Ascites ^joJL 


1) OF THE CAUSE 

2) LAPAROSCOPY: for Malignancy or TB. 

3) Tapping:A 

a) TB =>C&S then ZN. 

b) Pancreatitis => WBC & Amylase. 


c) Malignancy => Cytology. 

d) Albumin. 



ransljcIate 

ExtdATE 

Cause 

Part of G. edema 

Inflam. / Malic. 

Protein 

< 3 gm/dl 

> 3gm/dl 

Cells 

U 

tt 

LDH 


t 

Sp. G. 

< 1018 

> 1018 


1) Rest m bed => t vmsm . 

2) Diet: => 4^ NaCL to o m/0 + Water to iT/mt top, Mtfpo-Mmm) 

3) Diuretics: !!^ 



Aim is Wt, loss 


SpiRONoUcTONE 


LAsix 


< — 

* 

1 ) Start wi rh 

100 Mq/D 

if No RESPONSE 

~w 

40 Mq/D 


x LL edema 

v LL edema 

2 ) T Dose CRAduAlly eveny 

400 Mq /D 

- 7 * 

Add 

1 SO Mq/D 


V 

u 

4'5 dAys upTo (X 4) 





i Vi kg/Oay 

'l 1 kg/Day 

• S/E; 

CyNAECOMASTiA. 


i Na / K & BV. 


If Resistant to RDD: 

4) IV AibuMiN iNFusioN. 

?) Tapdi nq: 

(2-3 L/scssioN + IV AibuMiN 10qM / L) 

To Avoid RE'ACCUM. & El) 

• Criteria for safe Paracentesis: 


6) Last Ones of treatment: 

a) LE VEEN SHUNT CQMOCTS ( TVEPtffiWffi#SC => OBSTPSCW/f - ttfffflm 

V . 01/mm - ST 

b) Ultra-filtration & Re-infusion, 

c) TIPSS => ENCEPHALOPA THY IN 30 %. 


> ALbuMIN GitAdiENT 


ISAAC = 


4 

> 1.1 


p. AUjumin — As chic AlbuMin*) 

A 




< 1.1 



V 


TkansucJate 


ExucIates 


1) TENSE ASICTES. 

2) LL EDEMA 

3) PT > 40% 

4) Platelets > 40,00 Q mm3■ 

5) Bilirubin < 10 gm%. 

6} Creatinine < 3 mg% IIepato-Renal $. 


d) Liver TRANSPLANTATION. 


ReFractory Ascrres 

DeF . I DiiiBteric resistant RDD. 

TI T.: Jl Diuretics . 


InteractaBIe Ascites 


CAN'T BE ITT. BY DIURETICS 0T 

Diuretic induced encephalopathy. 


Causes: 




UN-'CoMplicATEd Ascites 



• 3 MAJOR CAUSES oF 

G. Ed EM A. 


CoMplicATEd Ascttes 

• MAliqNANcy 

• TB pERTTONinS. 

• SBP. 


fj (3Ut£; SUt dt /Mum 4 im/ 

2) Cut nft $; {step Tisr&ttc-g+ /TaiT re&tr/et<ex hr 

2 aers 

3} $l0jxtKtg & TB 

f) TGdttf fext&tt, 

sj W*U tr* Cut /em 


tier. 


regime. 


/iureXie.sj 


Liver transpIant 











































































Hepato-Cellular Carcinoma 


> Dfit.: 


> CUP 


* wjpcfaQ 

* xboi* iXi* g tfO'tM 


Xirrtiptk pL e rapid uti-$xpfoified deteriorstiQn” =$ BCC fUi 


1) LCF+ Abd.Pain+Jaundice + FAHM* 

2) RESISTANT A5CITI5* 

3) 


Para-malignant $: 


T (Nidi* 

T PTH 
T T3H 

t EP 


liypo *cfoctmiA. fak# (ft ftotttiKMTm ijf 6, bvAUhg, tFiisj 

liypcv-rd^ffcH.-Lt 
Sirpot-Thyxoicf isnir 

Poly^cyrliEittiA. 


> Causes [SB ± HCJ 

D tm - ttCV: DINA, of IIBV ihtecjRAtb. \viit3-t rh; tagfcm'H'yrc rename. 

2 ) CtfT&QSjS (H.v-MCkclimiM.mnk f jAlrirTniScr not WHmin's | 

a} Alcohol i 5 A CW'CdflONflCjEN E HBV. 

4,) AFLfljMtjW ul A. Ffflvu^ Ivi'nd in E|I(.oumJ neji^ t 
5/ AWWOGEHS (TTT. oF FridoMEmivsis) 


> iNVEsriq/vrioNS of HCC 


V 

Tumor markers 


CfrFETO-PftQTEIM 

& 

Sensitive 
not spb:if}c 


DeKarbqkc 

u 

Specific 
Not sensitive 


Imaging 

i 


FOCAL LESIONS OHLV 

if 

SONAR 
RADIO (TCAA} 

{wti U ASIA 
EiOUf Li'.P.TJ. >:x|' 


* 

BENI4H/MAlHi. 

t 

MRS/ 
SPIRAL CT 


Biopsy 

BETTER T0 BE AVOIDED IF HCC 
IS SUSPECTED & SURE. 


L_ 


> Treatment of HCC 


/ 

Medic al 

EMBOLIZATION 



> 

SURGICAL 



fVH^TISUUTMrV] 

^ELFaflU' 

A 



A 



f t 

local Systemic 

IN CT 

f 

Resection if 

A 


% 

Transplant 

— :— e 

"or choice' 7 

Ischemic 

necrosis. 

4 - 

Localized 

tumor 

V 

NON-aRRIStmCPT. 

"LEii TO PRO HE POST OP. 

HEPATIC INSUFFKIIEHCY^ 

'T 

patent 

HA & PV 

“V 

GOOD 


REC£MY a NON-SURGiOU" 

"FORUIALL/ LQUlL!2S»TUN0F?& r ' 

___A___ 


Ethanol inj. 


Radio-frequencv 


CO-AG. iVtLfilJiXT Of 

tumor cells. 


THtiosmosis of 
zimos bvf 


-J 























































H. Hemo-chromatosis 


^Mtaon'aDaeaae 


Alcoholic Cinnhosis 




> Dee. & 

Etiology 


Mutation in HFE Gene 

on Chromosome 6+4^ Hepcipin G 

secret protein that 
ft Qron Ghaorptoh (fOin 57 
f Ida?body Fe » IBC 
f (fwQrmk btood 

Fe in $oer=> Qirrkoais 


Co in diet absorbed 

in Stomach & S! 

;i 

4 cenS-btrmw w-obfc to excrete excess 


Alcohol 


Qifftheaia by her: 

T(fm Qu itfSt 

depostton in t 


Qu frvM her to bit 
QCCiiMufatiOh o(- } Qk in her 

u 

Qirdosis. 


* 

fAccTAldehydi 

u 

Hmw-wxfe 


Unknown Auto-immune 

i 


f IT disiiuprs 


± 1-Qlpp. 


f 7- 



U 


t fAmnrm. 


0 Micro-somal metabolism 

=> t rMtenvofmqs. 


QnMbk t toediatora 
Qnjmboh'jx k c Pf -> rm-bodM (jbroais 
Q^trXxpatid Biihry obot 
bite, irritate. Ippafcqpe. => c4 inftofc => (3^ess. 


> iNCidENCE 


AR => MaIb " 4o ys. 

txe,/tst Xpg i}gg d h/t ffioD/tg,■ prtafgeggimj 


AR —> Youivq Adubs. 


hEAvy Alcoholic. 


Middle Aqed 


IP 


40 5 


a 


"Recurrent Acute hEpATms" 

[ 

> TO q« > 20 qM/dAy Over 5<10 ys 


(IrchiNq tNen JAUNdicE) 


> C/./P 


JJ Causes: 


(HP ) 2 SJ 

Triad of (1-3-5) 


UH EPA TO MEGALY.(PARADOX) 


2) H EART => CARDIO-MYOPATHY. 


3) Pancreas =>Bronze DM 

(never in hemo-sidrosis 


l 

4) PI TUI TARY =d> 4 GO NA DA L F. 


5) S kin => Bronze (Dark- Gray) 


iriAxm - mg- mrrAM - mmAum 


6) J OINT => CHONDRO -CA LCINOSIS. 

= PSEUDO-GOUT 


Honda (CBR ) 2 


i) H EPATITIS 


2) Cornea => 


(Recurrent Attacks 


Keyser Fleisher ring. 


3) C HONDRO-CALCINOSIS = PSEUDO-GOUT 


4) BG => Involuntary mov. 


5) B lue Nails'LANULAE. 

6) RT DAMAGE => GLUCOSURIA 

7) H EMOLYSIS. 


5 stages 


IntaLe For ms. 

Jr 

flatty fWer 

REVERsibU if Alcohol is 

SFOpped & AsyMpTOMATIC 


* 

LivER + + 

u 

cip £■■ riri 


* 

Tender 

u 

dfc riff 


lwaj« For ys. 

; 

hEPATiris 

i 

+ Special D. 
Criteria 


H 




f coMpomts k hi 


:x 




$ 

fBS fD. Bilirubin 


It 


tC holesterol 



a 




Itchina 1 st for 2 


U U 

lAUNdiCE XANTllEUsMA 

XAtfdlOMA On 




(PaImai* creates 
burrock* 


J'fat sol. Vit. 



Dyspepsia 


V 4 Vit. K =>bl. tendency 

2 ) 4vi LDzri> 


"licpAric Osreo-dysraoph/ 


2) Cirrhosis 

LCF + PH 


Slowly PROGRESSIVE 

> patient is usually adult 


Alcohol is a VD: 


^Afcofiofic CiRRHOMS/ 

• LCF > PH • hypcivdyNAMic cine, 

• PaImar E. • Poly NeuRopAThy. 

• SpidER NaveL (k Si/C £? 6 ,j 


OriigR Auto-Immune; 

AIHA / AmliRopAThy / SclERodERMA 
/Thypoid / Sicca S. 

































































































H. Hemo-chromatosis 


^klhon'Q Dioease 


y^fcofloCic CiitRhosis 


Qjw 


IN VEST. 


> Cause 


I) Iron profile: 

• T s. Iron & s. Ferrtin. 

rfc&tip&fe j&fr fe &# /fctiU ft km, p&actattj 

• i IBC. 


T Tranv-PerrI N SAT.. 

<v aIso For screen iNq oF FM" 


i) Blood: 


'l Cu 


hEpATnis Specific CrirauA mEi g 


/\w xE 7- 






dr deposhioN in Tissues. 

• -1 CERulopUsMIN OR NORMAL? 

• ± liEMolyric anemia dr T Cu. 


AST > ALT 


I<SA 


\f?;f &? Alohi All 4 r 


2) Urine 


t Cu 


RT Damaqc 


2) f Blood & Urine 


Glucose 


, P, AA 


Glucose dt DM 


4) l^CRO-CYTOSSS non-Megalo-blastic. 

5} Biopsy => ^.uory hyaline 

HEP A TOCYTE. ( NOT-PA THOGNOMONiC) 


> Cirrhosis 

(SonmIMpsy) 


1) Sonar. 

2) Biopsy =>Fe {Prussian-blue) 


1) Sonar. 

2) Biopsy Cu (especial stain) 


1) Sonar. (bright Fatty liver) 

2) Biopsy... (c above) 


(BSSA) 

1) Bilirubin.(Direct) 



E 


) ALP/yGL 


IF 


3) s. Transaminase, "mild 

4) s. Cholesterol, 

s) 


1) Tigm. 

2 ) AMA(Anti-mitoch.Abto 
biff, from 1 r Sclerosing Cholangitis) 


1) Sonar. 

2) Biopsy => PT Granuloma, 


> 


Treatment 


1. Causes 

11 Venkeciion: 

• TO MOBILIZE IRON STORES. 

• Weekly / 2 ys. 

• 3-4 TIMES / YR THEN... 

2) Fe Ch eLator =^> Desfr oxa mine 

TO PT. IF HE can't TOLERA TE (1) 

• Cu Ch eLator: 

1) Penicellamine.(v. toxic) 

2) ZNACETATE. "LONGLIFE" 

CeneraI 

1 ) Stop Alcohol 

2) G. NUTRITION. 

3) Vit. Bj (Thiamine). 

Immune^sudp. Drugs 

1 ) AZAllliopRiNE. 

2) No STEROlds USEd > i>te, it cm 
00-. 9gt&6-d&,?tr$pi& + Ogted-pomgfc, 

2 . Symptq- 

M&TtC 

• DM => InsuIIn. 

. HYPO-GONADISM => ANdRoqENS. 

• Cart Iio-tIi ER&py * 

* TttoF Extra ....maniFest, 

(hAEMO"cllROMATOSis = dcfECT IN SI 

WiIson's = dcfecr in Liver rrseU ) 

Alcoholic Hepatitis 

* STEROlds IN SEVER INFLAM. 

* IV AAu (8se^> BwMd«d) 

* IW*(B, B*-C) 

* NAC& ftNiuMfriiNE^TRENid® 

• 0ioLiaaa& —> UtaoTfcoxy^holaE. 

• BS CJrdsnoR > Oiofewia 1 '*^ e Ix&J feno (<) 

EraB»hqiw(k. 

• Idmq =>Anii4*5eswics± IMdraoNE. 

. >%.(ADEK+Ca) 

3. Cirrhosis 
TTT. 


SuppoRtivE TTT. Follow Up by.. 

Uver TranspIant 




liEpA'iviAx plus Child CUssif. Sonar & a ^ FP Not iw hEivio-chRoiviATosis 

y Urso-FaLc J y (LCF / PH) J For HCC J di-FhCi is m SI noi Livm" J 





































































Liver Cell Failure 


> Chest =s Hepato-pulmonary 


yz 


VD €&USES.Oe»ENiNG oF 

+ 1 t 

IntfQ-pfthmiiary PwtQ-Piflm, 

iQ-V shunts. sfonitfs. 

i 

Hypoxia & Central Cyanosis 

‘Wctjff'l fa 0, Jft, ,T 


Ascii k tk Pi dfuskw 


JPFT 

f&lfFVHtMMFKT) 


pLAmm 

mmmm 


B&SAi ATrtACTASiS 


K 


> es fSTffflGfW 

m-pQ-m 


..VO =>1 ijpER-dyiMAM ic circ* 

if SEVERE => Shock. 


hjj?uitMijrri!c 


pifuirw 


d>5l,+ A biiEAh Hpwn <4 h. 



Males 

Femai± 

CmmiiA 

* FEMME Of ST. QFHAffi. 

* M'JEiVai-iFLH'bJ i: 


* I'MPCTSVCf & i CfflQO. 

* ij'JPb.hriLiTV 

Breasts 

* GrmEfflMASTtA 

* Atrophy- 


r 


. r 




"Manifestations of Decompensated 

Liver Disease" 


"sT)j 


Micro 

u 

Imw ill f. ctr 

(B' 1 -H PU| 


Normo 

u 

dr liypF^ "*pl FVilM 

Tom EM {-Ji 


M 


fATDflVCK 

;kz 


ACM 


L 


$ 

M.iriMtH rynra^ 

NONMEiSALdSlAS IUT 

D r .1 K.V 1 ,\VA 


, *-;—v 

■f gfflCfflfgP JCo-SGUSCtlOft 


dr h>pnv 
spfri^in. 


„ J. py _ FibRihoqEN 
I Vir. K (1972) 


J. 


> Genera 


1 


FJ GC=»i>ad. 

2) Fever 4 low &rade* 3 * RES effect ^bacteremia , 

• TiU - TNh. 

3) Faetsr Hepatioss tit ti fflHMf $ 

—ill 1 ^ 13 ^ tfaivti 

i&sxv&d M stu *■■ ® byeP0H 


4j Jett ; i 'j>t rfruirir|5 i'!t f&nr i-ftf-,' P .'It irHir FiW d<msx, at u-vi^-tcCr cj. 


> Ascitis & Eden* cIt 


I7C 


dorotem synthesis 

n 


> 

Omens 



Hormones 

U 

^JHS?/sjst«Jrt dt* & 

fbotahhwif" 


> 

in 

u 

Tcapilltiff pi\ m 

tpimclmteQreG* 

JJ 



II AHMSTfROM 
l\ ADHr 
II AMP, 

IjgwgjronnkEAr “ posts musoidafobst. —* urgorgsmerit of lymphatics —t 
tfztra-i-<ascT? i:>n into p$r It crmttn " 




> a: - p ." K •■ : 


J 



's 


SpkltnL MAtvit. 
PaItviah Eityrlirevifl. 


WJirrt nwiL (Ttmi/s NaiLJ 
Pftpst mu-net skiru. 











































































P DEF. I N EURO-PSYchiATRIC COMDEX dr T bRAlN (NHj/Toxiws) 

occurring at tNe peaI( oF LCF DT: 

a) FaiIuRE of UvER dcTOxificATION & 

b) By pA5S pORTO'SySTEMIC shilNTS. 


> Pathogenesis^ tprotein load leads to 



DjgQjgb. iiv AA Sywrhesis 

{T Aromatic & IBrancIikI AA) 


▼ 

I INE synthesis 


T OcTOPAMIN 

"false NT 

u 


Competitive (-) 
of Dopamine R. 




> Types 

1) 

Fulminate 

HE, (Acute liver disease) 

2) 

Cirrhotic 

HE, (following ppt. factors) 

3) 

ChronicP-S 

HE, (dt spont, shunting in PTS, £ PH) 



> Precipitating Factors 

t - A - 


t to 


S 


ttr. 




li 


/" 

Die? 


(pffirm ftsmerm) 


/ 

f protein load dt 

A 


-A. 


El DUETO 



V 

Constipation 


V 

GfT bleed i no 

(EV - PU) 





m 


// 



1 ) Diuretics , (excessive use) 

2) TappiNq of Ascitis. 



Shock 

U 

,b. perfusion 


fproteinbad 


u 

Tmetabolites 



B. Dora 

l 




3) Severe (V — D) 




DD of H E DeUmum 


•JLfJUJJ ubwl (l 



1) D. TREMENS, (DUzepam) 

2) H YPO-GLYCEMIA. (Glucose) 

J) H. Encephalopathy. 

4) Psychiatric disorder. 


• J$JLj (2 

5 ) Drunkenness, (3 

6) « YPOXIA. 

7) SUB-DURAL H EM ATOM A 



OLD AGE 


Trivial trauma 






















































































Hepatic Encephalopathy 


> CUP of H. Encephalopathy 

> 'SEi^ 


P 

1 J DETERmA 

l) Msmmu 

3) Exam. 

4} DYSAftmi 

5) Fuippmi 

6} Nmn-fftf 


/ -> 

(umauDumm LabInvhl 

MAINLY* j Q cm¥}m iJVfif ft 

not Encephalopathy 

u 

(\PTA'Bmum-l 

ftamm} 

re-coma Coma 

uhgGC. U 

&m vior - CHHDfsttNzsi* responds to 

pamfiti Soniy. 

4 fC horea/Y wmc/HKOVCH. 

niMQks^AsmnttA" 

lim -HYPER-TOMA. 

EARLY DIAGNOSIS BY 

> Grading of H. Encephalopathy 

> Primitive tests > Labs invest, 

^ \ 1} E£6 =?DEL TA W. (SLOW 

CftwsniiJoloN^l Number & f AMPLITUDE) 

A|)R4\iA + CoNNfrri^N ircr, ^ 

i) Blood NH s * 




0 

Suh-cli nicaL Sm-ElltCTijAL FUNCTIONS, 

i 

AjmtI >v 1- ReveilsaI oF Sbtp tihyibni 

f f : Ltpf»ftC| 1. + ConFiJSMJN -I- AfjfTAYNMt. 

ii 

Lhvkmtf =}RESPOND TO VFRFAL 3 + FLAPPING 7. 

v 

m 

SlUpiJR =2 RFSFOUF TO VIGOROUS 3 + HVPcR-RcFLE.XlA, 

IV 

Com : 

a) Eafily ==£ ... Tti pulihJ 
bi LtK => X io dam. 






































Treatment of h. Encephalopathy 


1) Avoid ppT, Factors. 

Stop diuRETics. 

NB: If SCcUliON is NECESSARY (vIoIeNT PT.) 



2) PROTEiN RESTRidiON 

( A«aJ AjJal ) = 0.6qM / kq / d 

a) SIiort AdiNq BZD — > MidAzolAM. 

bl ANTi'doTE > FluMAZiNEL 

7) B. FLora 

Fbqyl & Neomycin. #&m-& oro-wxm. Vsmfrd 

L-AigrllBNiNE, L'AspAKTAE 

4) InFection (SBP) 

J Rd CS OR CEpRO-'doXAciN. 

(ll EpAMERZ®) d blood NH 3 

5) cNEIVIA / Sims. acc. to neecL 



6) LaCTuIoSE {10 ?0 mL / 8 Ims.) 

u 

^■■iJose, is adjusted to produce, d?smi-sojt 

dock/Dae/ 

% not=> sever diarrhea =^> 

£/=> C-U encepkxtopafkif 

^NoiM^AbsORbAblE disACckARidE"' 

f A \ 

OsMOTic PURGATIVE FERMENTEd TO ORGANIC A. 


# li 

Wash bowels from ReUase HP ^ pH) 

nitrogenous subst f ^ 

m, <■ i/=> m. 



> RECENT TRENDS IN TTT. OF H. ENCEPHALOPATHY: 

1) Haemo-perfusion. 


2) FLUMAZINEL DT HYPER-SNSTiVE BZD-R. 


3) Bio-artificial liver support. 

TTT. of 1-IEpATic ENCEplHAlopAThy 

4) Liver transplant. i 

^ 

1 1 1 1 1 



D 




A 

n: 

ABS 


L 

I 

LactuIose. 

L'AiiNhliiNE 























































































































































Liver Biochemistry 



CholESTASis ?! 


Iota! pIasma pR. 


Trans^AmInases 


T ALP + ... 


(AlbuMiN + T y GlobuliiNs) 


SGOT 

"AST" 


SGPT 

"ALT" 



NormaI y GT 


1 ) CvtopLasivi+ Mirock 

2) NoivspECific (T e Ml) 
5 ) sItort 1/2 lifE, 


1) CyroplASM onIv. 

2) Sp. / Sn. 

5 ) Ioimq 1/2 ILFe. 

(-) by Alcohol iMTAkt. 


Ihepatic ORiqiiN 

"except In Alcohol i neaLe 11 
(NoriviaI ALP + T y GT) cIt 

A bit LNCt of H'C dAMAfit. 


NoN^bepATic 

"OtIher sources 

of ALP" 


T in EAidy onset of Recovery 
USEd foR Follow Up. 


so ALP ... 


IMI 


ildt 


MARksd T 


1) wild i or N —> Cl-i. liEpATiiis. "iwild Form" 

OR liv/ER CiRRhosis. 

2 ) lli_i riMEs —> Ch. liEpATiTis. "sever Form" 
?) tt UDTO 1000 —> Acute IiEpATiTis. 

MB: iiN All Liver DIseases: 

• ALT > AST except ii\ Alcoholic (AST > ALT) 

• as Alcohol —> l B ( , —> i ALT syxrhcsis. 


IlNTRA-'lHEpATTC 

ObsT. 


Fxi RA'-llEpAfic 

BiliARy Obsr. 


PARENcIivmaI LD "ClnolESTAsis" 


n Boine: 

• Path's D. (ALP = I OX) 

• hypER-TTH . 

• RickETS / Gr. child. 

• hEAliNq Iracilire. (TtsAnsilni I ) 

• OsiKKjHNiC; Bone Cancer 
•CRF -> ROD 

2) iNTESTiNE. 

Y} plACENTA.fPREGNANCY) 


• hEpATlTIS. 

• llEpATk METASTASIS. 

• AlMOEbic llVER. 

• l-IEDATic ilSlfilrRATiON iN 
lEukEMift & lyiViphOMA) 


PBC. 

CBD ObsT. 
Cancer hEAd. 


t Trans. > ALP 
(ALP - 2X) 


t ALP > T RAN? 
(ALP = 4<6X; 1) 


Mono-clonal 


poly^cloNAl 


Multiple Myeloma 


1) LivER D. (CiRRhosis) 

2 ) Ch Ionic InFecton. 
?) CoIIaqen D. "SLE" 


- Old maIe. 

- borgy acIhes. 

- ESR » 100. 
-1 TotaI PP. 


Bmmuno-Electroph 


1 ) kjC —> CIlROINIC ACTiVE IiEpATiTis. 
2 ) IqA —> Alcohol hEpAThis. 

> CiRRhosis. 

5 ) IqM —> l RV BiliARy CiRRohsis. 


CholjEsrERol LeveL: 

1) Obsr. JauncUce 

t 

2) PBC 

? 1 

5) LCF 

£ J 


OtIier MarLers: 

1) Viital mar!<crs 

2) AvTOdMMUNI marIlers 
7) Tumor MAftksrstt 

a Feto protein 

Sn. But Not specific. 

Done every 5^6 ms. In 
CiJoiic pi\ foil follow up. 


Des^y CarEm>xy FT 

Specific 
Not sENshivE. 



























































Lib vaIues For Liver 1 NVEsriq/vrioNS 

1) FT 

10- 14 sec. 

2) ALT/AST 

0 - 55 U/L 

5) ALP 

50-175 U/L 

4) ChoLesreRoL 

150 - 240 Mq/dL 
(RccoMHEmdEd < 200 Mq/dL) 

9) TotaL pUsMA pR* 

2 — 5 Mq/dL 

6) s. BilintbiN 


• TotaI 

0.5 - 1 Mq /dL 

• Direct 

0.1 — 0.5 Mq/dL 

• IncIIrect 

0.2 - 0.7 Mq/dL 

7) aFP 

< 25 Nq/Ml. 

Sensitive bur NON'spEcific. 



















Acute kEpATms 


ChnoNic hEpATms 


ChoLcsrAsis 


S HaLotBane. 


✓ 


INH f RiFAMpiciN. 


'f MErhyldopA. 
s N ITRofuRANToi N ' FeNoFiBrATE. 


INH 


s AnaBoBc STEROlds, 


OC 


S OraL BypoqlycEMic. 


PBENOrBlAziNES. 

TCA 


Fatty Uver 


^ TeiRA-'cycliN, AmIocIarone, 
^ Na vaIproate -> (anti Epilepric). 
^ STEROids. 


Hepatic necrosIs 


Fell OSES k EpATiS 


Budd ckiARi $ 


AdENOMA 


H EpATOMA 


Hy perse Nsnivhy 


^ ParacetamoL (toxic dosE >15 qM) 

^ CarBoN TETRAchloRldE. 

^ Amanita musBrooms. 


^ AnaBoUc sTERoids, 




OC 


S AlLopuRiNol. 
S SulFoNAMldES. 
J PhENyroiN. 


ANTrrhyRoid dRuqs. 
PENidliiNS.. 



OC 


- AnaBoUc STERoids 


v' DanazoLe 


OCP: 

CBoLestasb 
P eliosES hspATis 
Budd chi Alii $ 

» AdENOMA. 


Dmjqs CAUsiNq jAimdicE= kEpAToroxic + Duuqs CAUsiNq kAEMolysis. 


Direct Toxichy 

Idio^syNCRAcy 

• Plied ictaBLe. 

• Dose dEpENdENT. 

• UNpREdicTAble. 

• Dose INdEpENdEIVT — > IMMUNE REACTION + dl*Uq MCTAbolisM 

AcETAMINOphEN. 

Amanita mijsBroom. 

CarBon tetracBLorkI e. 

HaLotBane. - PhENyroiN. 

IsoNiAzide. - Na vaIproate. 

























































AMOEbic Liver AbscEss 



NecrotIc Ussue + 

RBCs & WBCs + 

AMOEbAE IN TbE AbsCESS's WaI! 


iNvgsriggrioNs 

1) f ALP. 

2) Sonar —> Cysr —> AspiiurioN —> ANchovy sauce. 


Lcucocyrosis —> "NEumophilk Not Lyiwphocyrosis' 


JauncHce + Lajcocyrosis: 


1 ) AMOEbic livER ACCESS, *'N EUIROpIliliA^ 

2) LfpTospisiosis. (JiM) 

7) Asc. CholANqiris 

(CaU. Stone — > CBO Obsi. — » Stasis — > hkrioN) 

4) FuLvunInat Uver FaiIure —» Necrosis of Uver 


*) _ 

4) Rr pLeuraL cfhsioN by X my. 








































































^Aoiie LK/e* Mure —4 hqmc + no ppr. bcrois iN < 8wk tf 


Cause: 


ViraI —4 HBV + D — C — E (wrrh pREqNANcy) 

Dnuqs -4 ParacefamoLT oxicfry (>15qM5=T0rAb), ll\H. 

Alcohol Toxicrry + Amanita poisoNiNq. 

4) Acute pAuy Uver of pREqNANcy. 

Rsyss Child <5yns. dr AspiiuN In a child wrrh vIraI inFection Esp, chickEN pox. 
6) TEiRAcycliNE IV EspEcully duniNq pREqNANcy 

WilsON's diSEASE. 




2 ) 

5) 

4) 

5 ) 


Liver Functions 

. tPT. 

• t Bili 


N+ 


• i s. AUhjmIn. 

llEpATO"CEllulAR dAMAqE 


LIS 

EEC 



IsOTOpE SCAN —4 

of ihc CAUSE -4 


—4 T Transaminases, 

i UVER sizE. 

qRAdE of ENCEphAlopAThy 

NO UpTAkE 

viRAl " AUTOIMMUNE MARkERS. 


Treatment 


a) Treatment of h. ENCEphAlopAihy . (as befoRE) 

b) Treatment ol CoMplicAiioNS 


CoMplicATION 

Causes 

TIT. 

* hypo-cjlycEMiA 

GluCONEOC|ENEsis 

—4IV qlucosE iNpusioN. 

* hypO^NATREMIA 

i Free H 2 0 excretion 

—4 FTuid Restriction. 

hypo^kAlEMiA 

DiuRErics. 

GLucose — > iNsuliN reIease 

KCI 10-1 5 qi*/d 

HEMORRhAC|E 

coAquUiioN Factors 

-4 Vfr K + FFP 

InFection 

1 compLement 

-4ABS 

Brain EdEMA 

disRuprioN oF BBB 

—4 mannitoL 

HEpATO^RENAL pAiluRE 

Lactic Acidosis > NaHC0 7 . 





























Imdortant Notes iN Liver 



1) Liver is divided iwro 8 scqiviENTS. 

2) 6to ceUs > VJt. A & D storage + syivrhEsizE Hbitous t. 

3) KupfFER ceUs > bl. monoc)tes. 

4) GlycoqEN storage is ENOuqh For 24 kits.so AdvANCEd LD —> fAsriivq hypo^qlycEMiA. 


p. 13 




TransamInases 


p. 19 


p. 20 


1) ViraL MarKers —> hbs Aq / HA Ab / HC Ah. 

2) Autoimmune markers > ANA 

3 ) Cu + Fe ++ pRofiU. 

4) hisroRy of hApro-'Toxic dRuqs. 

CARRiER & ChRONic MarIcERS ARE ALMOST SAME so we dilf. by.... 

1) CL/P 

2) Transaminases. 

3 ) PATboLoqy by biopsy. 

OHlER hEpATO'TROpic VIRUSES 


i) BDU 


HDU 

"NoN'-pATkoqcNic = 
iNcomplETE RINA" 



2 ) HEU = A Aiu + fulMilNATION iN pREQNANCy. 

1) HGU = HCU. 













































Just pAlpAbU SpUeN = Few cm BCM. 


1) Typhoid — > WicWL test. 

2) BruceIIosis — > Br. AqqlimNATioN test. 

T) IMIM —> pAut-buNNcl TEST + MONO'SpOT + EBV Ah. 

4) I EC —> Echo (Trans'* osEoph. For VEqnAiioNs) 

> Bl. ClLture. 

9) VIraL hEpAihis —> Transam. + ViraL MarKers. 


p. 25 


NON 'If EpATOTROpic Viruses: 



CMV 

IMN 

hERpEs SimdIex 





RF 

iMMUNE-'COMp. 

EBV 

IMMUNE-'COMp. 







SORE Tl-IROAT 4- .. 

-■- : 




jAUNtlia paIIor 

_ R _ , I 

1 , ...... 1 f \IHA I 

1 hEpMlS | L(Cold) J 


Invest. 

InirA'-nucIear IncIusions. 
qiANT ceIIs. 

• AiypicAl LyiuphocyTosis. 

• PauLBunneI — Mono spcnr 
(hETERophil Ah) 

lq (M/C) 

MARkid TTT Transam. 

Tit. 

GANcycloviR. 


No spEciFic ttt. 

Acycloviit. 


p* 26 Pr. CoMpUiNiNq of Easy fAiiquE 


1) Blood ^ CBC. 

2) Liver -► SCPT. 

5) KidNEy —> s. Creatinine. 

4) Pancreas > RBS. 

p* 54 Child cUssiFicATioN of Ciimhosis = Functional state of ThE Over 



A 

B 

c 

1) s. biliRuhiN 

< 2mg /dl 

2-3 

> 3 

2) s. ALbuMiN 

>3.5 mg/dl 

3-3.5 

<3 

5) PT 

< 4 

4-6 

> 6 

• Ascites 

X 

Mild 

Sever 

• h. ENCEpk. 

X 

mild 

Sever 

• Nutrition. 

Excellent 

Good. 

Poor. 

• Prognosis 

Good 

Fair 

poor 

















































































































hAEMO'C hllOM ATOsis 




1 ny ll EM O'CllROMATOSIS 

2 R> = hEMo^sidRosis 



HEREdirARy. 

AcQuiREd. 

Causes 

1 Fe AbsoRpdoN From SI iN 
AbsENCE of mucosaI block. 

CHA + RspEATEd bL 
TransFusion. (TIi. Major) 

Fe dtp. 

In pARENchyMA > SEVER dAMACfE. 

Pancreas is AFFEcnd. 

In RES — » Less dAMAqs. 
Pancreas is spAitsd. 

P* * 59 Factors t Risk of Alcoholic 


1) F > M. HBsAg HJAass. 

2) Dose & duration. Malnutrition. Immunolog. Mech. 



1 ) Alcohol LD —> MACRO-'cyrosB NoN'MqAlo-'bUsric. 

2) ChnoNic LD > MACRO-cyTosis. 

J) ChRONic AdvANCsd LD — > AcANrihocyrE. 


p. 40 


ChRONic hchiNq 


1 ) 1 " T BiliARy Cinhosis —» ALP & y CT. 

2) Uremia > KJFTs. 

5) DM —> BL SuqAR. 


4) IjEtiksEMiA 

5) LyMphoMA 

6) PolycyrheMiA 

7 ) HEMolysis 


> CBC 

> if Alcohol iNTAliE. 

> if hoT bATh. 

> hb + D. biliRubiiN. 


p. 40 


Liver D + ARhrRoprhy 


• \1raL Autoimmune lirpATifist 

• Haemocromatosk * Wi Ison's D ^1 Ry BiliARy ciRRhosis. 



DO of r* GluW» PBC & PSC 



I** 

PSC = 1 Ry SclEROsi Nq CholANqms 

Cause 

• Autoimmune. 

• Autoimmune. 

PatIi. 

• 1 NTR/Vh EApric obsr. OnIy. 

• InTRA & ExTRA'IfEpATic Ol>ST. 

—> BiliARy CiRRhosis. 

Sex 

• FemaIes. 

• MaIe = FemaIes. 

Cl./P 

• frchiNq JAUNdicE. 

• frchiNq JAUwdiCE. 

Invest. 

+ve AM A. 

• <"VE AMA 

• +ve ANCA as WEqNER's GranuIoma. 

TTT. 


Un^satisFA croRy bee. v. AqqRcssivE 
(STERoids ± UvER TRANSplANT) 






























































p. 43 


InypoxiA & CyANOsis cIt 


1) FaIIot. 

2) EisENqMNqERV 

5) Intra^piIm. sh lints 

Mix bET. A"V blood 


CllEST InF. 


USUAlly RESpONds 
TO 0 2 T^ERApy 
EXCEPT ARDS* 


p. 62 


Doesn't RtspoNd 
to 0 2 rliERApy 

^ibro-fameffar (arcinoma 


• Variant of HCC. 

• young age with No RF. (no cirrhosis or HBV j HQ/) 

• I n vest: 

a) 'V£ aFP. 

b) Sonar -» 

c) Biopsy > /WPMW (tf.DOSTmtUARf/SWCiS T STROM 

• Better pnoqNosis Hi an hepATOMA. 


p. 61 


‘Hepatoma j^arlcers 

a) Ttt aFP —> hep atom a oNly. 

b) a FP + CEA —> 2«y metastasis in Uver dr CoIorectaL cancer, 


p. b3 


chatty ( Jiyer (hepatic gteatosis) 



Macrq^vascuUr: good 



a) Alcohol. 

b) Obesity. 

c) DM (Type IT) 

d) TPN ' 


MIcro^YascuIar: > Mminate IaHure 

a) Acute fatty liver of pregnancy, 

b) Reye’s $. 

c) Teracyclin toxicity. 


1) Of the cause. 

2) Enlarged tender liver —> Rt. Hypo-cbondrial pain, 

3) Fulminate failure in the above causes. 


Invest.: 


1 ) of Hie cause —> eg. Bl. Sugar. 

2) Sonar —> enlarge bomog. Liver. 

3 ) Biopsy — > diagnostic (but not needed) 

4) Trans-Ami nasi® —> m ild f. 


1 ) Of tIie cause. + Restriction of Fat + CHO. 

2) Lipamopic dituqs + of IuImInant PaILure. 












































p. 68 


JauncHce 


Faivi i li aI JauncHce 

Recurrent JAUNditE 

1) Gilbert$. (Un-Congugated) 

2) Crigler Najjar $. (Conjugated) 

3) DitbinJohnson$. (Conjugated) 

4) Inherited hemolytic anemia. 

5) Wilson's disease. 

6) Hem och roma tosis. 

7) Ch olestasis of pregnancy. 

1) Hemolytic. 

2) Wilson's disease. 

3) Gilbert's with fasting. 

4) Cholestasis of pregnancy. 

5) Gallstones. 

6) Peri-ampullary carcinoma. 

PaInFuL JauncIice 

PaInLeSS JAUNdiCE 

1) Calcular jaundice (Gall stones). 

2) Hepatitis. 

3) Cancer head pancreas 

4) Congested liver 

5) Hepa toma, flbrolamellar carcinoma 

1) All familial ja and ice. 

2) Any type of cirrhosis. 


p. 69 


Uver D + pUuraI eFFusion: 


1 ) AfMEbic Uver Abscess > Rt. pIeuraL. 

2) CiRRhoric Ascites > Rr pLeuraL. 

5) CiRhoric Ascites + Lt. sided eFF. — > TB if DM + pneumonIa. 
4) CiRRhoric Ascites + BHateraI eFF. > hypo^pRorcNEMiA. 


p. 72 


S ( J39P = iSu6-y\cute ^bactcriaf (Peritonitis 


CLP 


CA 

E. coli — KUbsiELU — Entero-coccl 

Route 

Blood. 

Invest. 

• AspiRArioN > C & S. 

• WBCs In Aschic fluid > $00 /m j (> 250 PNL / m 5 ) 

TIT. 

I 06 c cs. 













































PortaI VciN Tlmoivibosis 

Budd ChiARi $ 

Causes 

1) PoLycyrhEniiA. 

2) Tumors (pancreas l Hepatoma) 

> COMpRESS PV. 

7) UmI-mOcaI sepsis. 

liEPAric V. TliROMbosis dr joi) 

1) PolycyriiEMiA Rubiu Vera. 

2) OCP. 

7) HypER-^OAqlubAl state. 

(! AT III & pROTEIN C f S) 

4) PNH. ^complement" 

CL/P 

1) PH....* 

2) Transient Ascites (dr 

opENiNq oF coIUteraU) 

1) Rr. HypochoNditAil pain, 

2} land Eft hEpATOMEqd.y. 

7) —ve LiEprro-'juqulAR R. 

^No coNq. NEck veins to diFF. 

From RVF or Tl" 

Invest. 

DupUx SCAN 

TIT. 

m Of ftlE CAUSE. 

2) hcpARiN 

7) SuRqERy in Budd CliiARi $. 


'p V ENO^OcduSIVE -> as Rudd ChfARi bur CenraL vein. 

> CAROiAC Cirrhosis — > dr lowq srANdiNq RVF / Constrictive Peri <CAitdiris. 


p. 74 


DD of EiMlARqEd TcisideR Liver (V. Hivip.) 


1) Hepatitis 

2) Aittocbic Uver 
7) Fatty Uver 

4) Hepatoma 

5) CoiHQESTEd Uver 


ENZYMES, MARKERS, .... 

US,... 

US, .... 

US, AFP. 

RVF -»■ CONGESTED NECK V., LL EDEMA. 

BUDD CfflARI $ -> NO CONGESTED NECK VEINS. 


























































